A sixty-year-old man was referred for uncontrolled hypertension and oedema. A urinalysis showed proteinuria to be 11.3 g per day with no evidence of light chains. The left kidney was measured to be 8.2 cm vs 11 cm for the right and the isotopic study demonstrated absence of function of this kidney. The arteriography showed a thrombosis of the left renal artery. Renal venous blood sampling showed an elevated renin level on the left side of 10, 380 ng/L (reference values in the supine position: 7-25 ng/L) with a renin index of 6.45 (normal Ͻ0.24) and a renin ratio of 6.98 (normal Ͻ1.5) all suggestive of severe renovascular disease on the left side, thus explaining the severe hypertension. The patient's blood pressure, on four antihypertensive agents, was still not adequately controlled. A nephrectomy was scheduled. During the intervention, a biopsy of the right kidney was done and we observed changes typical of focal and segmental glomerulosclerosis (FSGS) (Figure 1 ). Pathologic studies of the nephrectomised kidney showed ischaemic changes only with no evidence of FSGS (Figure 2 ).
Figure 1
This glomerulus shows between 11 am and 4 pm a segmental glomerulosclerosis characterised by collapse of the capillary loops with sclerosis and hyalinosis. There is also a glomerular adhesion to Bowman's capsule at 2 pm and 11 am.
patients with such a presentation and usually determined to be bilateral but there are also a few reports of unilateral FSGS lesions in the unstenosed kidney. There are very few reports, however, of regression of symptoms after treating the renovascular lesion as in this case. To the best of our knowledge, there are only five cases clearly defined in the literature.
Two Japanese groups reported on two male patients, 66 and 68 years old, with unilateral atherosclerotic renovascular disease and FSGS isolated in the contralateral kidney. Both of these patients underwent a nephrectomy of the ischaemic kidney and showed regression of proteinuria along with normalisation of their blood pressure. female with unilateral renovascular stenosis secondary to fibromuscular dysplasia. She had non-nephrotic proteinuria that regressed after surgery for reanastomosis of the ischaemic kidney. Again, FSGS was observed in the non-ischaemic kidney with only ischaemic changes in the renovascular kidney. 3 Alkhunaizi et al 4 reported the case of a 44-year-old patient with unilateral renovascular disease secondary to a traumatic dissection and secondary occlusion of the renal artery. FSGS was observed in the contralateral kidney with minimal ischaemic changes in the ipsilateral one. They observed a normalisation of the nephrotic range proteinuria and creatinine after the aortorenal bypass. 4 Finally, Bhowmik et al 5 reported the case of a 18-year-old male with renovascular disease secondary to idiopathic thrombosis of a renal artery. FSGS was identified in the contralateral kidney but no biopsy was done in the ischemic one. The patient was treated with the ACE inhibitor enalapril and experienced normalisation of his nephrotic range proteinuria and stabilization of his normal renal function. 5 All these cases suggest implication of hypertension or some circulating factors related to the renovascular condition such as angiotensin II or TGF-␤. This could account for the normalisation of FSGSassociated proteinuria after cure of the renovascular disease, independent of the type of treatment used and even in the case of nephron mass reduction via nephrectomy.
The case we presented illustrates the association of unilateral FSGS contralateral to a renovascular lesion. The associated nephrotic proteinuria was observed to regress after ablation of the ischaemic kidney and secondary normalisation of the blood pressure. This is a rare condition but should be considered when evaluating hypertensive patients presenting with nephrotic-range proteinuria.
